either in the patient or in his only brother; on September 21, in the patient himself, h8molysis commenced with the 0*48% sodium chloride solution and was complete with the 042% solution. On April 28 the patient's blood-serum gave a strongly positive indirect Hijmans van den Bergh's reaction for bilirubin, and this indirect reaction is still positive (September 21), though not so abnormally strong. Negative Wassermann and Meinicke reactions. Pirquet's reaction (human and bovine): negative. Blood culture (April 28) negative. The urine on April 27 showed a trace of albumin, and gave a positive urobilinogen reaction in the cold, but later on the urine became free from albumin and from excess of urobilinogen.
The case seems to me to be one of temporary anaemic breakdown (crisis of ansemia), of unknown causation in a previously apparently healthy child,' perhaps similar in nature to the sudden anaemic breakdowns (accompanied by increased hemolysis and further enlargement of spleen), which are well known to occur occasionally in the subjects of congenital hiemolytic jaundice. It should be noted that the blood-bilirubin is still slightly excessive (September 21) and that there is still some lymphocytosis.
For the present case I am indebted to my surgical colleague, Mr. H. W. S. Wright (who saw the child previously to admission, when there was a suspicion of appendicitis); and for much help in the examination of the case to my housephysician, Dr. M. Scholtz. Some of the blood-counts are given in the accompanying The patient (E.:F.), aged 42, a married Welsh woman, has suffered for many years from erythriemia, with enlargement of the spleen and liver, and frequently with jaundice of varying degree. There has never been any bilirubin in the urine when it has been examined, and her blood-serum has always given a negative direct and a more or less strongly positive indirect-Hijmans van den Bergh reaction (" bloodbilirubin "). I described the case fully in the British Medical Journal for November, 1929 (p. 892) , and suggested that in this case the jaundice was -of ha3molytic nature, possibly a manifestation of ( compensatory ") hypersplenism; there was no abnormal fragility" of the red blood-corpuscles.
Since then the treatment has been by blood-letting, with some cautious trials of phenylhydrazin. However, the chief treatment has been automatic on the patient's part, by two extremely severe attacks of spontaneous hiematemesis, the first in January, 1930, the second in January, 1931. From the effects of the latter hemorrhage the patient has still not completely recovered, as if there were some exhaustion of the haemopoietic function of her bone-marrow. She is now (September 19, 1931) pale and slightly jaundiced, but states that with this sallow appearance sbe feels much better and more comfortable than she did when she looked full of blood (" erythremic "). Her spleen reaches four fingers' breadth, and the liver (in the right nipple line) reaches two fingers' breadth below the costal margin. Her blood-count en August 29, 1931, was: hiemoglobin 45%, erythrocytes 5,400,000, colour-index 0 -417, leucocytes 32,800 (eosinophils 5%, metamyelocytes 7%, polymorphs 69%, lymphocytes 18%, monocytes 1%), no nucleated red cells. There was some anisocytosis and slight poikilocytosis. The thrombocyte count, as estimated on May 16, was 1,678,320 per c.mm. of blood. The blood-picture is an excellent example of what I prefer to call ana3rmia polycyth.mica, not rarely seen (but usually of lesser degree) in regenerative conditions following hbmorrhage or some toxic agency. The excess of leucocytes fits in with my views on 'erythroleukimia" (cf. Weber and Bode, Klin. Wochenschrift, Berlin, 1930 , ix, p. 2244 . By careful Roentgen-ray examination no evidence of any gastric or duodenal ulcer or of any neoplasm can be detected, and it is possible that the dangerous hiemorrhage may have been from gastric or cesophageal varices. It is further possible that the enlarged liver is slightly cirrhotic, but gastric and cesophageal varices can doubtless occur without hepatic cirrhosis.
Addendum The patient, G. T., aged 23, a furniture-packer, though a strongly: built man, accustomed to heavy work, has always had cyanosis, at all events on exposure to cold and on exertion. According to his mother he was a "blue baby" at birth.
During the last year he has had occasional attacks of vertigo of short duration, which our aurist, Dr. W. Wilson, thinks may be of aural origin (catarrhal obstruction in one Eustachian tube). Otherwise he has enjoyed good health. By ordinary examination and Roentgen radiograms (see figure, p. 12) the heart is found to be bilaterally equally enlarged to left and right. By auscultation often no definite murmur can be made out, but a musical systolic sound seems to have been heard recently, and sometimes a slight presystolic murmur and thrill can be detected at the apex, which is in the fifth intercostal space just outside the nipple line. (Lancet, 1911, i, 150) .
The essential cardiac malformation in the present case is almost certainly a septal deficiency, probably of the interventricular septum (C maladie de Roger") but a gaseous analysis of the arterial blood .has not been-carried out, which might
